Dear Editor,
We read the article by Garjani et al. (1) with great interest. In this study, they demonstrated that patients with moderate or severe fatty liver disease on ultrasonography had higher platelet counts than those with mild fatty liver and concluded that platelet counts could be used as a clue to steatosis grade of nonalcoholic fatty liver disease (NAFLD). Low platelet counts are frequently observed in patients with several liver diseases (2) and measurement of the platelet count is clinically important for prediction of liver fibrosis in patients with chronic liver disease. However, studies investigating the association between steatosis and platelet count are rare. Therefore, Garjani's indication that platelet count was elevated by increase in ultrasonographic grade of steatosis is a very unique viewpoint. In this study, they stated some limitations. The most important limitation was that no histological information of the liver was available in their study. Recently, we reported the association between platelet counts and histologic fibrosis severity of NAFLD using the Japanese Society Group (JSG)-NAFLD database (3) . In this study, 1048 patients with biopsy-proven NAFLD were enrolled and considered to be one of the largest cohorts in the world (3). We re-analyzed the association between platelet counts and histological grade of steatosis using this database like Garjani et al. (1) . The results showed that platelet counts were lower in patients with mild steatosis (Steatosis grade 1) compared to moderate or severe steatosis (steatosis grades 2-3) (21.9 ± 7.2 in grade 1, 23.1 ± 5.9 in grade 2, 23.5 ± 6.0 in grade 3, P = 0.0021 by Kruskal-Wallis test) as Garjani reported. However, when we excluded patients with severe fibrosis (fibrosis stages 3-4), the platelet counts did not correlate with steatosis grade in our cases (23.5 ± 6.8 in grade 1, 23.6 ± 5.6 in grade 2, 24.2 ± 5.9 in grade 3, P = 0.2029 by Kruskal-Wallis test). Decrease in steatosis grade was well known to be observed as progression to advanced liver fibrosis, especially cirrhosis in patients with NAFLD (4). Therefore, it is necessary to evaluate the status of fibrosis to investigate whether steatosis increases platelet count. Even if there are no patients who had an enlarged spleen on ultrasonography in their study, elastography (5) and some scoring systems that do not involve platelet count should be used to exclude NAFLD cases with advanced fibrosis. Since the incidence of NAFLD is rising rapidly in both adults and children, the biomarker is of major clinical interest. Platelet count has historically been measured to assess liver fibrosis by many clinicians, because it is simple, easy to measure and cost-effective. Additional information from other institutions from many countries may also be needed to clarify the association between platelet count and steatosis. We hope this manuscript be useful to further investigate the role of platelet count in patients with NAFLD.
